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The Faculty Senate was called to order at 3:30p.m. in the Board Room of Gilchrist Hall by
Chairperson Longnecker.
Present:

Edward Amend, Diane Baum, Leander Brown, John Butler, Phyllis Conklin, Kay
Davis, Sherry Gable, Reginald Green, Clifford Highnam, Randall Krieg, Roger
Kueter, John Longnecker, Katherine Martin, Nick Teig, Katherine Vanwormer.

Alternates:

David Duncan/Diane Baum, Martha Reineke/Barbara Lounsberry

Absent:

Erwin Richter, Ron Roberts, Mahmood Yousefi, Myra Boots, University Faculty

ANNOUNCEMENTS
1.

The Chair called for press identification, at which time no representatives identified
themselves.

2.

With Senate's approval, comments from Provost Marlin was moved to the end of agenda.

3.

Chair Longnecker distributed, as a matter of general information, the document from the
Environmental Protection Agency entitled "Respiratory Health Effects of Passive Smoking:
Lung Cancer and Other Disorders". He also distributed an article from the "Kansas City
Star" concerning a proposal for stricter admissions at University of Missouri. See
Appendix A and B.

REPORTS
4.

Gable moved, Teig seconded, to accept of the report of the Committee on Admission and
Retention. Motion carried. See Appendix C.

CALENDAR

5.

525

Recommendation from the Graduate Council to add Master of Arts in Women's
Studies and to add a new course "Graduate Seminar in Women's Studies: Gender, Race,
and Class". See Appendix D.
Reineke moved, Vanwormer seconded to docket in regular order (Docket #460).

NEW /OLD BUSINESS
6.

The Chair introduced the subject of "grade inflation". Kueter moved, Butler seconded to sit
as a committee as a whole. Motion carried.
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Referring to Table II of the CAR report, Duncan stated the increase in GPA in recent years
may only be a reflection of admitting academically stronger students, as admission standards
have become more stringent.
Registrar Phil Patton agreed and also indicated that specified major GPA requirements also
may have a potential effect.
Senator Conklin questioned if the number of undergraduate students who continue to
graduate school is known, stating that it would seem these students might tend to exert more
effort academically. Provost Marlin indicated Student Outcomes has begun a tracking
system of this nature as part of their process, and Registrar Patton added that Placement and
Career Services also asks this questions of students with whom they come in contact.
Senators inquired whether the Registrar's Office could furnish further information pertaining
ACT and rank, number of students in majors, and number of students who repeat classes.
Registrar Patton stated he would check as to what information could be gathered. He also
made copies of the document entitled "Distribution of On-Campus Grades for Spring
Semester 1992" which was published by the Office of Institutional Research, and distributed
these copies at the meeting.
Duncan moved, Butler seconded to rise from the committee as a whole. Motion carried.
7.

Chair Longnecker announced that Senator Teig, University Faculty Chair Boots, and he
would be on the nominating committee for new Senate Officers. He indicated the
Nominating Committee would submit nominations at the April12 Senate meeting, and
additional nominations could be made at that meeting.

8.

Chair Longnecker indicated nominations for faculty member to serve on the Military
Science Liaison and Advisory Committee would be upcoming. He stated Dean Primrose is
eligible for re-nomination, and other nominations could be made at the April 12 Senate
meeting.

DOCKET
9.

524
459Request from Clifford Highnam to Establish an ad hoc Committee to Study Two
Matters Related to Support for/of Faculty Research. See Appendix E.
Senator Highnam stated he had been asked by several faculty to bring to the Senate
concerns involving the timeliness of processing grant applications and also the role of the
UNI Foundation in the selectivity and filtering process. Highnam stated the concerns
which were expressed relative to timely processing of grant applications was not a matter of
questioning anyone's competence, but rather how more support could be given to those
involved in the process.
Reineke stated the Grant Committee on which she served was chaired by David Walker and
he received all the information on-line, which in turn had to be photocopied and sent to
appropriate individuals. She suggested that substantial and valuable time could be saved in
disseminating this information to necessary parties if all parties had computer access to this
information.

Faculty Senate 1460
Provost Marlin suggested perhaps discussing this matter with David Walker, a
representative from the Foundation, and others involved in the grant application process
could achieve a more responsive and informative discussion.
Amend moved, Kueter seconded to table discussion of this docket until the next Senate
meeting, with the understanding that the Chair invite the following to the next Senate
meeting for discussion of this topic: David Walker, Ruth Ratliff, Joe Mitchell, Barton
Bergquist, Scharron Clayton, and any involved faculty within College Senates.
Motion carried. Chair Longnecker indicated he would contact these individuals and send
each of them a copy of Docket #459 for their information.
OTHER BUSINESS

Kueter moved, Gable seconded to move to Executive Session with Provost Marlin being invited
to be in attendance. Motion carried.
10. After the Senate rose from Executive Session, Provost Marlin reported UNI's
recommendations for Promotion and Tenure had been approved at last week's Board
meeting.
She also reported the Board had approved and was pleased with the report on academic
program reviews at UNI which included the departments of Finance, Management,
Curriculum and Instruction, Communication and Theatre Arts (now separate departments),
History and Psychology.
She indicated the April Board meeting is scheduled to be held on the UNI campus and
indicated that the Great Reading Room of Seerley has been chosen as the site to honor the
recipients of the Regents Awards for Faculty Excellence from all three Regent institutions.
There being no further business, the Chair ruled the meeting adjourned at 4:23 p.m.
Respectfully submitted,

Diane Wallace
Secretary
These minutes shall stand approved as published unless corrections or protests are filed with the
Secretary of the Senate within two weeks of this date, April 3, 1993.
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1. SUMMARY AND CONCLUSIONS

FEB 15 1993

1.1. MAJOR CONCLUSIONS
Based on the weight of the available scientific evidence, the U.S. Environmental
Protection Agency (EPA) has concluded that the widespread exposure to environmental
tobacco smoke (ETS) in the United States presents a serious and substantial public health

Lung Cancer and
-Other Disorders

impact.

In adults:
•

ETS is a human lung carcinogen, responsible for approximately 3,000

lun~

cancer deaths annual ly in U.S. nonsmokers.

In children:
•

ETS exposure is causally associated with an increased risk of lower
respiratory tract infections (lRis) such as bronchitis and pneumonia. This
report estimates that 150,000 to 300,000 cases annually in infants and young
children up to 18 months of age are

•

a~tributable

to ETS.

ETS exposure is causally associated with increased prevalence of fluid in the
middle ear, symptoms of upper respiratory tract irritation, and a small but
significant reduction in lung function.

•

ETS exposure is causally associated with additional episodes and increased
severity of symptoms in children with asthma. This report estimates that
200,000 to 1,000,000 asthmatic children have their condition worsened by
exposure to ETS.

•

ETS exposure is a risk factor for new cases of asthma in children who have
not previously displayed symptoms.

1-1
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1.2. BACKGROUND

MS in active smokers (Chapter 4), coupled with information on the chemical similarities of MS

Tobacco smoking has long been recognized (e.g .• U.S. Department of Health. Education.

and ETS and evidence of ETS uptake in nonsmokers (Chapter 3). is sufficient by itself to establish

and Welfare [U.S. DHEW], 1964) as a major cause of mortality and morbidity, responsible for an

ETS as a known human lung carcinogen, or "Group A" carcinogen under U .S. EPA's carcinogen

estimated 434,000 deaths per year in the United States (Centers for Disease Control [CDC]. 19QI,\.

classification system. In addition, this document concludes that the overall results of 30

Tobacco use is known to cause cancer at various sites, in particular the lung (U.S. Department of

epidemiologic studies on lung cancer and passive smoking (Chapter 5), using spousal smoking as a

Health and Human Services [U.S. DHHS]. 1982; International Agency for Research on Cancer

surrogate of ETS exposure for female never-smokers, similarly justifyaGroup A classification.

[IARC], 1986). Smoking can also cause respiratory diseases (U.S. DHHS, 1984, I989) and is a

The weight-of -evidence analyses for the noncancer respiratory effects are based primaril y

major risk factor for heart disease (U.S. DHHS. 198j) _ In recent yelrs, there has been concern

on a review of epidemiologic studies (Chapter 7). Most of the endpoints examined are respiratory

that nonsmokers may also be at risk for some of these health effects as a result of their exposure

disorders in children, where parental smoking is used as a surrogate of ETS exposure. For the

rpassive s·moking") to the tobacco smoke that occurs in various environments occupied by

smokers. Although this ETS is dilute compared with the mainstream smoke (MS) inhaled

noncancer respiratory effects in nonsmoking adults, most studies used spousal smoking as an
b~

active smokers. it is chemically similar. containing mJny of the same carcinogenic and toxic

agents.

exposure surrogate . A causal associati·:m was concluded to exist for a number of respiratory
disorders where there was sufficient consistent evidence for a biologicall y plausible association

with ETS that could not be explained by bias, confounding. or chance. The fact that the database
In 1986, the National Rese3rch Council (NRC) Jnd the Surgeon General of the U.S. Public

Health Service independently assessed the health effects of exposure to ETS (NRC, 1986:

consists of human evidence from actual environmental exposure levels gi,es a high degree of
confidence in this conclusion. Where there was suggestive but inconclusi"e evidence o f causality ,

U.S. DHHS, 1986). Both of the 1986 reports conclude that ETS .:an cause lung cancer in adu !!

as was the case for asthma induction in children, ETS was concluded to be a risk factor for that

nonsmokers and that children of parents who smoke have increased frequency of respiratory

endpoint. Where data were inconsistent or inadequate for evaluation of an association, as for

symptoms and acute lower respiratory tract infections.:& <; well as evidence of reduced lung

acute upper respiratory tract infections and acute middle ear infections in children. no conclusions

function .

were drawn .

More recent epidemiologic studies of the potenti:.~J as5oci:uions between ETS and tung

This report also has attempted to provide estimates of the extent of the public health

cancer in nonsmoking adults and between ETS and noncance r respiratory effects more than

impact. where appropriate, in terms of numbers of ETS-atrributable cases in nonsmoking

double the size of the database available for analysis from that of the 1986 reports. This EPA

)Ubpopulations. Unlike for qualitati ve hazard identification assessments, where information fr om

report critically reviews the current database on the respiratory health effects of passive smo>. ing:
these data are utilized to develop a hazard identification for ETS

~nd

to make quantitati' e

estimates of the public health impacts of ETS for lung cancer and ,·arious other respirator):
d iseJses.

resembles nonsmoking segments of the general population . For lung cancer estimates am ong U .S.
nonsmokers, the substantial epidemiology database of ETS and lung cancer among U.S . female

The weight-of -evidence analysis for the lung cancer hazord identification is developed in
accordance with U.S. EPA's Guidelines for

many sources adds to the confidence in a weight-of -evidence conclusion. for quantitative risk
assessments, the usefulness of studies usually depends on how closely the stud y population

Corcino~:cn

Ri.1l. A.\\C.Hmcnr (U.S . EPA, 1986a) ar.j

never-smokers was considered to provide the most appropriate information . From these U .S.

epidemiology studies, a pooled relative risk estimate was calculated and used in the derivation of

established principles for evaluating epidemiologic studies. Thr analysis considers animal

the population risk estimates . The large number of studies available . the generally consistent

bioassays and genotoxicity studies, as well as biological measurements of human uptake of rotacco

results, and the condition of actual environmental levels of exposure increase the confidence in

smoke components and epidemiologic data on active and passive smoking. The availability of

these estimates. Even under these circumstances. however, uncertainties remain, such as in the

abundant and consistent human data, especially human dota at actual environmental levels of

use of questionnaires and current biomarker measurements to estimate past exposure, assumptions

exposure to the specific agent (mixture) of concern. allows a hazard identification to be made with

of exposure-response linearity, and extrapolation to male never-smokers and to ex-smokers . Still.

a high degree of certainty. The conclusive evidence of the dose-related lung carcinogenicity o f

gi,·en the strength of the evidence for the lung carcinogenicity of tobacco smoke and the extensive
human database from actual environmental exposure levels, fewer assumptions are necessary than

1-2

1-3

•

APPENDIX A

APPENDIX A

in this estimate. and the true number may be higher or lower. the assumptions

is usual in EPA quantitative risk assessments, and confidence in these estimates is rated mediu.n to

used in this analysis would tend to underestimate the actual population risk. The

high.
Population estimates of ETS health impacts are also made for certain noncancer

respir~h"Y

endpoints in children, specifically lower respiratory tract infections (i.e., pneumonia, bronchiti,.

overall confidence in this estimate is medium to high.
B.

Noncancer Respiratory Diseases and Disorders
I.

and bronchiolitis) and episodes and severity of attacks of asthma. Estimates of ETS-attributable
cases of LRI in infants and young children are thought to have a high degree of confidence

Estim~tes

b.

of the number of asthmatic

outco~arious

increased prevalence of middle ear effusion (a sign of middle ear
disease). and

children whose condition is aggravated by exposure to ETS are less certain than those for LRI5
because of different measures of

increased prevalence of respiratory symptoms of irritation (cough,
sputum, and wheeze),

because of the consistent study findings and the appropriateness of parental smoking as a
surrogate measure of exposure in very young children.

Exposure of children to ETS from parental smoking is causally associated with:
a.

c.

studies and because of increased

a small but statistically significant reduction in lung function as tested
by objective measures of lung capacity.

extraparental exposure to ETS in older children. Estimates of the number of new cases of asthma·
in previously asymptomatic children also have less confidence because at this time the weight o:·

2.

ETS exposure of young children and particularly infants from parental (and
especially mother's) smoking is causally associated with an increased risk of LRls

evidence for asthma induction. while suggestive of a causal association. is not conclusive.

(pneumonia. bronchitis. and bronchiolitis). This report estimates that exposure to

Most of the ETS population impact estimates are presented in terms of ranges, which are
thought to reflect reasonable assumptions about the estimates of

par~ meters

ETS contributes 150.000 to 300.000 LRis annually in infants and children less

and variables requi:ed

for the extrapolation models. The validity of the ranges is also dependent on the

than 18 months of age. resulting in 7.500 to 15.000 hospitalizations. The

appropri~tene5s

confidence in the estimates of LRis is high. Increased risks for LRls continue.

of the extrapolation models themselves.

but are lower in magnitude. for children until about age 3; however. no estimates

While this report focuses only on the respiratory health effects of passive smoking, there
also may be other health effects of concern. Recent analyses of more than a dozen epidemiology
and toxicology studies (e.g., Steenland, 1992; National Institute for Occupational Safety and

He~lth

are derived for children over 18 months.

3.

a.

Exposure to ETS is causally associated with additional episodes and
increased severity of asthm~ in children who already have the c!isease . This

[NIOSH], 1991) suggest that ETS exposure may be a risk factor for cardiovascular disease. In

report estimates that ETS exposure exacerbates symptoms in approximately

addition, a few studies in the literature link ETS exposure to cancers of other sites; at this time.

20% of this country's 2 million to 5 million asthmatic children and is a

that database appears inadequate for any conclusion. This report docs not develop an analysis of

major aggr:Jvating factor in approximately 10%.

either the nonrespiratory cancer or the heart disease data and takes no position on whether ETS is
a risk factor for these diseases . If it is, the total public health impact from ETS will be greater
than that discussed here.

Passive smoking is causally associated with lung cancer in adults. and ETS. by the
total weight of evidence. belongs in the category of compounds classified by EPA
as Group A (known huma n) carcinogens.

2.

ETS exposure increases the number of new cases of asthma in children who

known ETS effects on both the immune system and lungs (e.g .• atopy and

Lung Cancer in Nonsmoking Adults
I.

In addition. the epidemiologic evidence is suggestive but not conclusive that

have not previously exhibited symptoms. Based on this evidence and the

1.3. PRIMARY FINDINGS
A.

b.

Approximately 3,000 lung cancer deaths per year among nonsmokers (neversmokers and former smokers) of both sexes arc estimated to be attributable to

airway hyperresponsiveness) . this report concludes that ETS is a risk factor
for the induction of asthma in previously asymptomatic children. Data
suggest that relatively high levels of exposure are required to induce new
cases of asthma in children . This report calculates that previously
asymptomatic children exposed to ETS from mothers who smoke at least 10
cigareucs per day will exhibit an estimated 8.000 to 26.000 new cases of

ETS in the United States. While there are statistical and modeling uncertainties
1-5
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report addresses that question by reviewing and analyzing the evidence from 30 epidemiologic
asthma annually. The confidence in this range is medium and is dependtr.t
on the conclusion that ETS is a risk factor for asthma induction .
4.

studies of effects from normally occurring environmental levels of ETS (Chapter 5). Because
there is widespread exposure and it is difficult to construct a truly unexposed subgroup of the

Passive smoking has subtle but significant effects on the respiratory he>lth of
nonsmoking adults, including coughing, phlegm production, chest discomfort.
4Ad reduced lung function.

general population, these studies attempt to compare individuals with higher ETS exposure to
those with lower exposures. Typically, female never-smokers who are married to a smoker are
compared with female never-smokers who are married to a nonsmoker. Some studies also

This report also has reviewed data on the relationship of maternal smoking and sudden
infant death syndrome (SIDS), which is thought to involve some unknown respiratory

consider ETS exposure of other subjects (i.e., male never-smokers and long-term former smokers
of either sex) and from other sources (e.g., workplace and home exposure during childhood), but

pathogenesis. The report concludes that while there is strong evidence that infants whose mcthf'"S

these studies are fewer and represent fewer cases, and they are generally excluded from the

smoke are at an increased risk of dying from SIDS, available studies do not allow us to

analysis presented here. Use of the female never-smoker studies provides the largest . most

differentiate whether and to what extent this increase is related to in utero '"ersus postnatal

homogeneous database for analysis to determine whether an ETS effect on lung cancer is present.

exposure to tobacco smoke products. Consequently, this report is unable to assert whether or nn:

This report assumes that the results for female never-smokers are generalizable to all nonsmokers .

ETS exposure by itself is a risk factor for SIDS independent of smoking during pregnancy .

Given that ETS exposures are at actual environmental levels and that the compari so n

Regarding an association of parental smoking with either upper respiratory tract infe ~ t icr: ~

(colds and sore throats) or acute middle ear infections in children. this report finds the evid e nc·e

groups are both exposed to appreciable background (i .e., nonspousal) ETS , any e'cess ri sk for lun g
cancer from exposure to spousal smoke would be expected to be small. Furthermore. the ri sk of
lung cancer is relatively low in nonsmokers~ and most studies have a small sample s ize . result ing in

inconclusive.

a very low statistical power (probability of detecting a real effect if it exists) . Besides small
1.3.1. ETS and Lung Cancer

sample size and low incremental exposures, other problems inherent in several of the swd ics ma y

also limit their ability to detect a possible effect. Therefore, this report examines the data in

1.3 .I. I. llauJtd ldtntijication

The Surgeon General (U.S. DHHS, 1989) estimated that smoking was responsible for mort•

several different ways. After downward adjustment of the relative risks for smoker

than one of every six deaths in the United States and that it accounted for about 90% of the lung

misclassification bias, the studies are individually assessed for strength of association. both fo r the

cancer deaths in males and about 80% in females in 1985. Smokers, however, are not the onl~

overall data and for the highest exposure group when exposure-level data are available, and fo r

ones exposed to tobacco smoke. The sidestream smoke (SS) emitted from a smoldering cigarette

exposure-response trend. Then the study results are pooled by country using statistical technique s

between puffs (the main component of ETS) has been documented to contain virtually all of the

for combining data, including both positive and nonpositive results, to increase the abilitv to

same carcinogenic compounds (known and suspected human and animal carcinogens) that ha' e

determine whether or not there is an association between ETS and lung cancer. Finally. in

been identified in the mainstream smoke (MS) inhaled by smokers (Chapter 3). Exposure

addition to the previous statistical analyses that weight the studies only by size . regardless of

concentrations of these carcinogens to passive smokers are variable but much lower than ~ur

JCti\ t'

smokers. An excess cancer risk from passive smoking, however, is biological:y plausible.
Based on the firmly established causal association of lung cancer with active smoking ,..·ith
a dose-response relationship down to low doses (Chapter 4), passive smoking is considered like ! ~
to affect the lung similarly. The widespread presence of ETS in both home and workplace and it s

design and conduct, the studies are qualitatively evaluated for potential confounding, bias. and
likely utility to provide information about any lung carcinogenicity of ETS. Based on these
qualitative considerations, the studies are categorized into one of four tiers and then statisticall y

analyzed successively by tier.
Results from all of the analyses described above strongly support a causal association

absorption by nonsmokers in the general population have been well documented by air sampling

between lung cancer ETS exposure. The overall proportion (9/30) of individual studies found to

and by body measurement of biomarkers such as nicotine and cotinine (Chapter 3). This raises the

show an association between lung cancer and spousal ETS exposure at all levels combined is

question of whether any direct evidence exists for the relationship between ETS exposure and

unlikely to occur by chance (p < 10 ... ). When the analysis focuses on higher levels of spousal

lung cancer in the general population and what its implications may be for public health . This

exposure, every one of the 17 studies with exposure-level data shows increased risk in the highest
1-7
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•

exposure group; 9 of these are significant at the p < 0.05 level, despite most having lo,· ,._ . ·
another result highly unlikely to occur by chance (p < 10"7). Similarly, the proportion ( tu:

Supporting evidence from animal bioassays and genotoxicity experiments. The
carcinogenicity of tobacco smoke has been demonstrated in lifetime inhalation studies

i4 ,

p < 10"9 ) showing a statistically significant exposure-response trend is highly supportive oi 3

in the hamster, intrapulmonary implantations in the rat, and skin painting in the

causal association.

mouse. There are no lifetime animal inhalation studies of ETS; however, the
carcinogenicity of SS condensates has been shown in intrapulmonary implantations

Combined results by country showed statistically significant associ3tions for Greece
(2 studies), Hong Kong (4 studies), Japan (5 studies), and the United States (II studies). and in

and skin painting experiments. Positive results of genotoxicity testing for both MS

that order of strength of relative risk. Pooled results of the four Western European studies (th"'"

and ETS provide corroborative evidence for their carcinogenic potential.

•

countries) actually showed a slightly stronger association than that of the United States . but it v:3s
not statistically significant, probably due to the smaller sample size . The combined results of

Consistency of response. A II 4 of the cohort studies and 20 of the 26 case-control
studies observed a higher risk of lung cancer among the female never-smokers

th ~

classified as ever exposed to any level of spousal ETS. Furthermore, every one of the

Chinese ·studies do not show an association between ETS and lung cancer; however, two of the
four Chinese studies were designed mainly to determine the lung cancer effects of high levels of

17 studies with response categorized by exposure level demonstrated increased risk for

other indoor air pollutants indigenous to those areas, which would obscure 3 smaller ETS effect.

the highest exposure group. When assessment was restricted to the 19 studies judged

These two Chinese studies do, however, provide very strong evidence on the lung carcinogenic it'

to be of higher utility based on study design, execution. and anal ysis (Appendix A),

of these other indoor air pollutants, which contain many of the same components as ETS . When

17 observed higher risks , and 6 of these increases were statist ically significant, despite

results are combined only for the other two Chinese studies, they demonstrote a st ati stical!,·

most having low statistical po wer. Evaluation of the tolal study evidence from several

perspectives leads to the conclusion that the observed association between ETS

significant association for ETS and lung cancer.
The heterogeneity of observed relative risk estimates among countries could result from
several factors. For example, the observed differences may reflect true differences in lung cance r

exposure and increased lung cancer occurrence is not attributable to chance .

•

Broad-based evidence. These 30 studies provide data from 8 different countries ,

rates for never-smokers, in ETS exposure levels from nonspousal sources, or in related lifestyle

employ a wide variety of study designs and protocols, and are conducted by many

characteristics in different countries. For the time period in which ETS exposure was of intere st

different research teams. Results from all countries , with the possible exception of

for these studies. spousal smoking is considered to be a better surrogate for ETS exposure in more

two areas of China where high levels of other indoor air lung carcinogens were

"traditional" societies, such as Japan and Greece, than in the United States. In the United St3tes.

present, show small to modest increases in lung cancer associated with spousal ETS

other sources of ETS exposure (e.g., work and public places) are generally higher, which obscures

exposure. No alternative explanatory variables for the observed association between

the effects of spousal smoking and may explain the lower relative risks observed in the United

ETS and lung cancer have been indicated that would be broadl y applicable across
studies.

States. Nevertheless, ·despite observed differences between countries, all showed evidence of
increased risk .

•

Upward trend in exposure-response. Both the largest of the co ho rt studies--the
Japanese study of Hirayama with 200 lung cancer cases--and the largest of the

Based on these analyses and following the U.S. EPA's Guiddinc.< for Carcinog<'ll R HI.
Assessment (U.S. EPA, 1986a), EPA concludes that environmental tobacco smoke is a Grour A

case-control studies--the U.S. study by Fontham and associates ( 1991) with 420 lung

(known human) carcinogen . This conclusion is based on a total weight of evidence. pr incipally :

cancer cases and two sets of controls--demonstrate a strong expos ure-related

•

statistical association between passive smoking and lung cancer. This upward trend is

Biological plausibility. ETS is taken up by the lungs. and components are distributed
throughout the body. The presence of the same carcinogens in ETS and :'\15. along

well supported by the preponderance of epidemiology studies. Of the 14 studies that

with the established causal relationship between lung cancer and active smoking with

provide sufficient data for a trend test by exposure level , 10 were statistically

the dose-response relationships exhibited down to low doses, establishes the
plausibility that ETS is also a lung carcinogen.

1-8

significant despite most having low statistical power.

•

Detectable association at environmental exposure levels. Within the population of
married women who are lifelong nonsmokers, the excess lung cancer risk from
1-9
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1.3.1.2. Estimlltion of Population Risl

exposure to their smoking husbands' ETS is large enough to be observed.~"'"' r..• ;II

•

The individual risk of lung cancer from exposure to ETS does not have to be very large to

levels of their spousal exposure combined. Carcinogenic responses are usuall~

translate into a significant health hazard to the U.S. population because of the large number of

detectable only in high-exposure circumstances, such as occupational setting~. ('- in

smokers and the widespread presence of ETS. Current smokers comprise approximately 26% of

experimental animals receiving very high doses. In addition, effects arc hln:!< r ~"

the U.S. adult population and consume more than one-half trillion cigarettes annually ( 1.5 packs

observe when there is substantial background exposure in the comparison grou!)c ~s is

per day, on average), causing nearly universal exposure to at least some ETS. As a biomarker of

the case here.
Effects remain after adjustment for potential upward bias. Current and ex-srr.d ~·s

tobacco smoke uptake, cotinine, a metabolite of the tobacco-specific compound nicotine, is
detectable in the blood, saliva, and urine of persons recently exposed to tobacco smoke . Cotinine

may be misreported as never-smokers, thus inflating the apparent cancer risk f "' :!OTS

has typically been detected in 50% to 75% of reported nonsmokers tested (50% equates to

exposure. The evidence remains statistically significant and conclusive. however.

63 million U.S. nonsmokers age 18 or older).

The best estimate of approximately 3,000 lung cancer deaths per year in U.S. nonsmokers

after adjustments for smoker misclassification. For the United States. the summ :H\

age 35 and over attributable to ETS (Chapter 6) is based on data pooled from all II U.S.

estimate of relative risk from nine case-control plus two cohort studies is 1.1? ('l0°L
confidence interval [C.I.]

•

=

epidemiologic studies of never-smoking women married to smoking spouses. Use of U.S. studies

1.04, 1.35; p < 0.05) after adjustment for smoker

misclassification. For Greece, 2.00 (1.42, 2.83). Hong Kong. 1.61 (1.25. 2.06). and

should increase the confidence in these estimates. Some mathematical modeling is required to

Japan, 1.44 (1.13, 1.85). the estimated relative risks are higher than those of the

adjust for expected bias from misclassification of smoking status and to account for ETS exposure

United States and more highly significant after adjusting for the potential bias .

from sources other than spousal smoking. The overall relative risk estimate of 1.19 for the

Strong associations for highest exposure groups. Examining the groups with the

United States, already adjusted for smoker misclassification bias, becomes 1.59 after adjusting fo r

highest exposure levels increases the ability to detect an effect, if it exists. Nine of

background ETS sources ( 1.34 for nonspousal exposures only). Assumptions are also needed to

the sixteen studies worldwide for which there are sufficient exposure-level data are

relate responses in female never-smokers to those in male never-smokers and ex-smokers of both

statistically significant for the highest exposure group, despite most having low

sexes. and to estimate the proportion of the nonsmoking population exposed to various levels of
ETS. Overall, however, the assumptions necessary for estimating risk add far less uncertainty

statistical power. The overall pooled estimate of 1.81 for the highest exposure groups
is highly statistically significant (90% C. I.

•

=

1.60. 2.05; p < I 0'

6

).

than other EPA quantitative assessments. This is because the extrapolation for ETS is based on

For the United

J

States, the overall pooled estimate of 1.38 (seven studies. corrected for smoker

large database of human studies. all at levels actually expected to be encountered by much of the

misclassification bias) is also highly statistically significant (90% C.l. = 1.13 . 1.70;

L' .S. population.

p = 0.005).
Confounding cannot explain the association . The broad-based evidence for an

female never-smokers, 500 male never-smokers, and 1,000 former smokers of both sexes. More

The components of the 3,000 lung cancer deaths figure include approximately 1.500

association found by independent investigators :Jcross several countries. as well J.s the

females are estimated to be affected because there are more female than male nonsmokers . These

positive exposure-response trends observed in most of the studies that analyzed for

component estimates have varying degrees of confidence; the estimate of 1,500 deaths for female

them, make any single confounder highly unlikely as an explanation for the results .

never-smokers has the highest confidence because of the extensive database. The estimate of 500

In addition, this report examined potential confounding factors (history of lung

for male never-smokers is less certain because it is based on the female never- smoker response

disease, home heat sources, diet, occupation) and concluded that none of these facto"

and is thought to be low because males are generally subject to higher background ETS exposures
than females. Adjustment for this higher background exposure would lead to higher risk

could account for the observed association between lung cancer and ETS.

estimates. The estimate of 1,000 lung cancer deaths for former smokers of both sexes is

1-11
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two-thirds of all children in this age group, may be exposed to cigarette smoke in the home

considered to have the lowest confidence, and the assumptions used are thought to makP ~>,:~

(American Academy of Pediatrics, 1986; Overpeck and Moss, 1991).

estimate low as well.
Workplace ETS levels are generally comparable with home ETS levels, and studies usin~

epidemiologic evidence appearing since the two major reports of 1986 (NRC and U.S. DHHS) that

With regard to the noncancer respiratory effects of passive smoking, this report focuses on

body cotinine measures as biomarkers demonstrate that nonspousal exposures to ETS ar~ <'f:. c.

bears on the potential association of parental smoking with detrimental respiratory effects in their

greater than exposure from spousal smoking. Thus, this report presents an alternative breakdown

children. These effects include symptoms of respiratory irritation (cough, sputum production, or

of the estimated 3,000 ETS-attributable lung cancer deaths between spousal and nonspousal

wheeze); acute diseases of the lower respiratory tract (pneumonia, tironchitis, and bronchiolitis);

exposures. By extension of the results from spousal smoking studies, coupled with biologic•:

acute middle ear infections and indications of chronic middle ear infections (predominantly

measurements of exposure, more lung cancer deaths are estimated to be attributable to ETS from

middle ear effusion); reduced lung function (from forced expiratory volume and flow-rate

combined nonspousal exposures--2,200 of both sexes--than from spousal exposure--800 of both

measurements); incidence and prevalence of asthma and exacerbation of symptoms in asthmatics;

sexes. This spouse-versus-other-sources partitioning depends on current exposure estimate~ that

and acute upper respiratory tract infections (colds and sore throats). The more than 50 recently

may or may not be applicable to the exposure period of interest. Thus, this breakdown conta;ns

published studies reviewed here essentially corroborate the previous conclusions of the 1986

this element of uncertainty in addition to those discussed above with respect to the previot"

r<ports of the NRC and Surgeon General regarding respiratory symptoms, respiratory illnesses,

breakdown.
An alternative analysis, based on the large Fontham et al. (1991) study, which is the only

and pulmonary function, and they strengthen support for those conclusions by the additional

study that provides biomarker estimates of both relative risk and ETS exposure. yields populatior.

previous evidence to warrant the stronger conclusion in this report of a causal association with

weight of evidence (Chapter 7). For example, new data on middle ear effusion strengthen

risk point estimates of 2,700 and 3,600. These population risk estimates arc highly consistent witc

parental smoking. Furthermore, recent studies establish associations between parental smoking

the estimate of 3,000 based on the combined U.S. studies.

and increased incidence of childhood asthma. Additional research also supports the hypotheses

While there is statistical variance around all of the parameters used in the quantitati\e

assessment, the two largest areas of uncertainty are probably associated with the relative risk

that in utero exposure to mother's smoke and postnatal exposure to ETS alter lung function and
structure. increase bronchial responsiveness. and enhance the process of allergic sensitization,

estimate for spousal ETS exposure and the parameter estimate for the background ETS exposure

changes that are known to predispose children to early respiratory illness. Early respiratory illness

adjustment. A sensitivity analysis that independently varies these two estimates yields popul3tior.

can lead to long-term pulmonary effects (reduced lung function and increased risk of chronic
obstructive lung disease).

risk estimates as low as 400 and as high as 7,000. These extremes, however. are considered
unlikely; the more probable range is narrower, and the generally consen·ative assumptions

This report also summarizes the evidence for an association between parental smoking and

employed suggest that the actual population risk number may be greater than 3,000. Overall.

SIDS, which was not addressed in the 1986 reports of the NRC or Surgeon General. SIDS is the

considering the multitude. consistency, and quality of all these studies. tl" weight-of -evidence

most common cause of death in infants ages I month to I year. The cause (or causes) of SIDS is

conclusion that ETS is a known human lung carcinogen. and the limited amount of extrapolation

unknown; however, it is widely believed that some form of respiratory pathogenesis is generally

necessary, the confidence in the estimate of approximately 3,000 lung cancer deaths is medium tc

involved. The current evidence strongly suggests that infants whose mothers smoke are at an
increased risk of dying of SIDS. independent of other known risk factors for SIDS, including low

high.

birth weight and low gestational age, which are specifically associated with active smoking during
1.3.2. ETS and Noncanctr Respiratory Disorders
Exposure ·to ETS from parental smoking has been previously linked with increased
respiratory disorders in children, particularly in infants. Several studies have confirmed the

pregnancy. However, available studies do not allow this report to conclude whether that increased
risk is related to in utero versus p~stnatal exposure to tobacco smoke products. or to both.
The I 986 reports of the NRC and Surgeon General conclude that both the prevalence of

exposure and uptake of ETS in children by assaying saliva, serum, or urine for cotinine. These

respiratory symptoms of irritation and the incidence of lower respiratory tract infections are

cotinine concentrations were highly correlated with smoking (especially by the mother) in the

high<r in children of smoking parents. In the 18 studies of respiratory symptoms subsequent to

child's presence. Nine to twelve million American children under 5 years of age. or one-half to
1-12

1-13

APPENDIX A
APPENDIX A

suggest that a continuum of exposures to tobacco products starting in fetal life may contribute to
the 2 reports, increased symptoms (cough, phlegm production, and wheezing) were observ~j in a

the decrements in lung function found in older children. Exposure to tobacco smoke productS

range of ages from birth to mid teens •. particularly in infants and preschool children. In addit;on

inhaled by the mother during pregnancy may contribute significantly to these changes, but there

to the studies on symptoms of respiratory irritation, 10 new studies have addressed the top•.: of

is strong evidence indicating that postnatal exposure to ETS is an important part of the causal

parental smoking and acute lower respiratory tract illness in children, and 9 have rtpon~(l

pa1hway.

statistically significant associations. The cumulative evidence is conclusive that parental smoking.

With respect to lung function effects in adults exposed to ETS, the 1986 NRC and Surgeon

especially the mother's, causes an increased incidence of respiratory illnesses from birth up tc the

General reports foundthe data at that time inconclusive, due to high interindividual variability

first 18 months to 3 years of life, particularly for bronchitis, bronchiolitis, and pneumonia.

and the existence of a large number of other risk factors, but compatible with subtle deficits in

Overall, the evidence confirms and strengthens the previous conclusions of the NRC and Sur~eon
General.
Recent studies also solidify the evidence for the conclusion of a causal association l-et wee c.
parental smoking and increased middle-ear-effusion in young children. Middle ear effusio~ ;, 1h:
most common reason for hospitalization of young children for an operation.
At the time of the Surgeon General's report on passive smoking (U.S. DHHS, 1986). dJIJ

lung function. Recent studies confirm the association of passive smoking with small reductions in
lung function. Furthermore, new evidence also has emerged suggesting a subtle association
between exposure to ETS and increased respiratory symptoms in adults.
Some evidence suggests that the incidence of acute upper respiratory tract illnesses Jnd
acute middle ear infections may be more common in children exposed to ETS. However, several
Sludies failed to find any effec1. In addition. the possible role of confounding factors, the IJck of

were sufficient to conclude only that maternal smoking may influence the severity of JsthmJ in

siUdies showing clear dose-response relationships, and the absence of a piJusible biologicJI

children. The recent studies reviewed here strengthen and confirm these exacerbation effects.

mechanism preclude more definitive conclusions.

The new evidence is also conclusive that ETS exposure increases the number of episodes of as1hrc
in children who already have the disease. In addition, the evidence is suggestive that ETS

In reviewing the available evidence indicating an association (or lack thereof) between

ETS exposure and the different noncancer respiratory disorders analyzed in this report, the

exposure increases the number of new cases of asthma in children who have not previously

possible role of several potential confounding factors was considered. These include other indoor

exhibited symptoms, all hough !he resulls arc siJiisticJIIy significJnt only with children whoS<'

:ur pollutants; socioeconomic status; effect of parental symptoms: and characteristics of the

mo1hers smoke 10 or more cigarettes per day. While the evidence for new cJses of asthmJ itself .

exposed child, such as low birthweight or active smoking. No single or combined confounding

not conclusive of a causal association, the consistently strong association of ETS both with

fa(tors can explain the observed respiratory effects of passive smoking in children.

increased freQuency and severity of the asthmatic symptoms and with !he established ETS effec1 •

For diseases for which ETS has been either causally associated (LRls) or indicated as a risk

on the immune system and airway hyperresponsiveness lead to the conclusion that ETS is a risk

factor (asthma cases in previously asymptomatic children), estimates of populalion-attributable

factor for induction of asthma in previously asymptomatic children.

risk can be calculated. A population risk assessmenl (Chapter 8) provides a probable range of

Regarding the effects of passive smoking on lung function in children, the 1986 i'RC ar.:
Surgeon General reports both conclude that children of parents who smoke have small decreases

eslimates that 8,000 to 26,000 cases of childhood asthma per year are attributable to ETS exposure
from mothers who smoke 10 or more cigarettes per day. The confidence in this range of estimates

tests of pulmonary output function of both the larger and smaller air passages when compared

is medium and is dependent on the suggestive evidence of the database. While the data show an

with the children of nonsmokers. As noted in the NRC report, if ETS exposure is the cause of ,;

effect only for children of these heavily smoking mothers, additional cases due to lesser ETS

observed decrease in lung function, the effect could be due to the direct action of agents in ETS

exposure also are a possibility. lf the effect of this lesser exposure is considered. the range of

or an indirect consequence of increased occurrence of acute respiratory illness rel:lted to ETS.

estin:ates of new cases presented above incr<ases to 13,000 to 60,000. Furthermore, this report

Results from eight studies on ETS and lung function in children thai have appeared since

estimates that the additional public health impact of ETS on asthmatic children includes more than

those reports add some additional confirmatory evidence suggesting a causal rather than an

200,000 children whose symptoms are significantly aggravated and as many as 1,000,000 children

indirect relationship. For the population as a whole, the reductions are small relative to the

who are affected to some degree.

interindividual variability of each lung function parameter. However, groups of particularly
susceptible or heavily exposed children have shown larger decrements. The studies reviewed
1-15
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This report estimates that ETS exposure contributes 150.000 to 300.000 cases annually of
lower respiratory tract illness in infants and children younger than 18 months of age and that
7,500 to 15.000 of these will require hospitalization. The strong evidence linking ETS exposure to
increased incidence of bronchitis. bronchiolitis. and pneumonia in young child• en gives these
estimates a high degree of confidence. There is also evidence suggesting a smaller ETS effect on
children between the ages of 18 months and 3 years. but no additional estimates have
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COMMITI'EE ON ADMISSION AND RETENTION
Explanation of Tables

TABLE I

TO:

l'rof<-ssor John Longnecker, Chair
University Faculty Senate

FROM:

David Duncan, Chair
Jack L. Wielenga, Secreta

Academic suspension is for no specific period, but readmission is not usually granted before the
student has been out of college for at least one academic year. Students under academic
suspension must apply for readmission. Some students may be permitted immediate readmission
provided the cause of deficient performance has been removed and successful performance can be
as.~umed. All percents refer to the total undergraduate student body.

~
~
..,~ 1. {../.:
..,..._~_,_..___-

Committee on Admission a d Retention
RE:

1992 Committ<-e Annual Report

DATE:

March I, 1993

~

Read the first line like this: In the fall semester 1979, 4.0% of the student body began the
semester on a warning, at the end of which 1.6% had the warning cancelled. 1.3% had it continued.
and enough more received warnings to bring the total at the end of the semester to 7.2%. Read
the probations the same way.

TABLE II

Attached is the annual report of the Committee on Admission and Retention for the calendar year
1992. The report is statistical in nature and is basically similar to previous annual reports submitted
to the University Faculty Senate.
Representatives of the Committee will be present at any meeting the Faculty Senate might wish
to discuss and ask questions regarding this report. We therefore submit this annual report of the
Committee on Admission and Retention to the University Faculty Senate. If in the meantime you
have questions or suggestions for the presentation of additional information please let us know.

Grade indices arc expressed in quartiles for each undergraduate classification and for all
undergraduates.

TABLE 111
This table shows the actual number of students placed into the warning, probation, and suspension
categories for 1992. It also shows the action taken on applications for readmission for 1992.

TABLE IV
This table shows the achievement of previously suspended students for their first semester after
readmission.
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TABLE I
PERCENT OF UNDERGRADUATES INVOLVED
IN WARNINGS, PROBATIONS, OR SUSPENSIONS
SEMESTERS

WARNINGS
Dur At End
Sem of Sem

PROBATIONS
Dur
At End
Sem of Sem

WARNINGS PROBATIONS
Cane Con!
Rmvd Cont

SUSPENSIONS
TABLE II
UNDERGRADUATE GRADE INDICES AT TilE
END OF FALL SEMESTERS

Fall
1979
1980
1981
1982
1983
1984
1985
1986
1987
1988
1989
1990
1991
1992

4.0
3.8
3.7
3.6
4.7
4.4
4.9
4.4
2.4
1.8
2.1
2.4
2.0
2.2

7.2
7.6
7.7
7.3
7.7
8.8
9.0
5.4
4.2
5.0
4.7
4.7
4.2
4.0

4.6
4.9
4.2
4.2
3.5
3.3
3.5
3.2
3.9
3.5
3.5
3.3
3.4
3.2

5.1
5.0
4.2
4.4
4.8
4.3
4.8
6.1
5.1
5.4
4.6
5.3
4.4
4.2

1.6
1.4
1.5
1.5
2.2
1.5
1.4
1.6
1.1
0.8
1.0
1.1
1.0
0.9

1.3
1.6
1.4
1.4
1.5
2.2
2.7
1.2
0.7
0.6
0.7
0.7
0.5
0.7

0.9
1.0
0.8
0.9
0.7
0.6
0.6
0.6
1.0
0.8
1.1
1.1
1.0
0.9

2.5
2.8
2.2
2.2
2.1
2.5
1.9
1.4
2.0
2.0
1.7
1.5
1.6
1.3

2.41
2.20
2.21
2.02
1.67
1.88
1.90
2.46
1.71
1.78
1.77
1.51
1.81
1.67

SPRING
1979
1980
1981
1982
1983
1984
1985
1986
1987
1988
1989
1990
1991
1992

7.3
6.9
7.0
7.1
6.9
7.4
8.1
8.5
5.2
4.2
4.9
4.5
4.6
4.1

5.7
5.6
5.4

5.7
6.0
5.4
5.3
5.5
4.7
3.9
4.3
5.8
4.8
5.2
4.6
5.1

4.5

4.7
4.9
4.3
4.3
4.4
4.2
4.2
4.5
5.1
4.5
4.5
4.1
4.5
3.9

2.6
2.3
2.9
2.7
2.5
2.6
2.8
3.0
2.4
2.0
2.4
2.2
2.5
2.1

3.0
2.9
2.6
2.9
2.7
3.3
3.6
3.7
1.4
1.2
1.2
1.1
1.1
1.0

0.7
1.0
0.8
0.9
0.9
1.0
0.5
0.7
1.2
1.3
1.2
1.1
1.2
1.2

3.0
3.1
2.7
2.8 .
2.9
2.0
1.8
1.9
2.8
24
2.6
2.1
2.6
2.1

•2.60
2.96
2.97
2.71
2.68
2.75
2.57
2.59
2.42
1.75
2.12
2.15
1.66
1.85

4.6
3.4
5.1
3.9
4.0
3.9
3.5
4.0
3.8
3.3
3.0
3.1
3.0
2.8

3.5
2.7
4.0
3.2
3.2
4.2
3.8
3.7
3.5
3.4
3.4
3.5
2.6
2.8

1.0
0.9
1.2
1.4
1.1
1.7
1.3
1.5
0.6
0.8
0.6
0.9
1.1
0.8

1.5
1.3
2.0
1.9

0.9
0.5
0.7
0.7

2.5

0.5
0.5
0.5

3.1
2.4
3.9
2.8
2.9
2.9
2.2
2.7
2.2
2.2
2.1
2.4
1.7
2.1

•o.76
0.47
0.46
0.47
0.62
0.48
0.93
0.78

SUMMER
1979
1980
1981
1982
1983
1984
1985
1986
1987
1988
1989
1990
1991
1992

2.9
2.4
3.3
3.7
3.8

5.0
4.4
4.9
1.9
1.7
1.9
1.9
2.0
1.8

5.5
5.2
6.0
6.4
6.2
3.0
2.7
2.8
3.0
2.8
2.7

3.9

2.5
3.9
4.2
4.6
4.8
4.6
4.7
2.1
1.5
2.1
2.4
1.8
1.8

•includes those eligible for immediate readmission

3.0
2.8
3.3
1.0
0.6
0.8
0.8
0.6
0.8

0.5
1.0
0.7
0.6
0.4
0.8
0.4

Quartile.~

'

J!;

0.44
0.27
0.38
0.47
0.29

!

I

II
I·

I
I
!

1984

1985

1986

1987

1988

1989

1990

1991

1992

03
M
01

3.29
2.77
2.19

3.27
2.75
2.17

3.20
2.71
2.17

3.26
2.73
2.17

3.26
2.73
2.18

3.33
2.81
2.27

3.31
2.80
2.25

3.33
2.86
2.31

3.34
2.86
2.33

3.36
2.89
2.33

3.43
2.93
2.36

Seniors

03
M
01

3.44
3.00
2.53

3.45
3.00
2.48

3.44
3.00
2.47

3.46
3.00
2.44

3.45
3.00
2.47

3.45
3.00
2.48

3.50
3.00
2.50

3.53
3.08
2.63

3.63
3. 17
2.67

3.63
3.17
2.67

3.67
3.t<t-2.67

Juniors

03
M
01

3.31
2.83
2.29

3.29
2.83
234

3.28
2.82
2.31

3.26
2.80
2.26

3.27
2.77
2.25

3.29
2.83
2.29

3.33
2.85
2.33

3.33
2.89
2.33

3.33
2.86
2.34

3.33
2.83
2.33

3.39
2.93
236

Sophomores

03
M
01

3.23
2.75
2.24

3.24
2.71
220

3.07
2.67
2.14

3.22
2.69
2.20

3.17
2.69
2.19

3.25
2.80
2.29

3.31
2.79
2.31

3.29
2.84
2.34

3.27
2.80
2.33

3.30
2.82
2.33

3.33
2.S6
2.36

Freshmen

03
M
01

3.00
2.50
1.92

3.00
2.43
1.93

2.95
2.42
1.91

3.00
2.44
1.95

3.02
2.50
1.98

3.14
2.64
2.09

3.00
2.50
1.93

3.08
2.58
2.07

3.10
2.60
2.06

3.15
2.62
2.08

3. 13
2.60
2.08

i

0.45

1983

All
Undergraduates

t

~

1982
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TABLE Ill
STUDENT PROBATIONS, WARNINGS, AND SUSPENSIONS

X
Spring 1992
Summer 1992
Fall 1992

TABLE IV
ACIIIEVEMENT OF PREVIOUSLY SUSPENDED STUDENTS FOR THEIR
FIRST SEMESTER AFTER READMISSION

Q

2C

3A

3C

8C

2

Total

133

297

3

168

217

42

204

1064

13

55

0

8

63

14

9

162

I.

Total number readmitted

36

18

63

117

118

471

0

283

163

48

197

1280

2.

Number of readmitted who enrolled

28

12

47

87

3.

Percent of enrollees earning less
than a 2.00 gpa for the semester

28.6

16.7

40.4

33.3

4.

Percent of enrollees earning a
semester gpa between 2.00 and 2.50

17.9

25.0

31.9

26.4

5.

Percent of enrollees earning a
semester gpa between 2.51 and 2.99

7.1

33.3

10.6

12.6

6.

Percent of enrollees earning a
semester gpa of 3.00 or higher

42.8

25.0

14.9

25.3

7.

Percent of total enrollees who
earned a semester gpa of 2.00
or higher

67.9

83.3

57.4

64.4

8.

Percent of enrollees who were
re-suspended after their first
returning semester

25.0

16.6

38.3

29.9

ACTIONS ON APPLICATIONS FOR READMISSION
(UU92 through 12/3U92)

Readmits•

Spring 92

Denials

Spring 1992

36

34

Summer 1992

18

8

Fall 1992

63

32

TOTALS

117

74

• Includes immediate readmissions

Codes:
X

Removed from academic probation

0

Warning

2C

Continued on probation (transfer probation)

3A

Placed on academic probation

3C

Continued on probation (3A changes to 3C when the student is eligible to
return after one semester under 3A)

8C

Probation readmission after suspension

9

Academic suspension

Summer 92

Fa1192

Yearlv Totals
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COLLEGE OF HUMANITIES AND FINE ARTS
Beverley Byers-Pevitts, Dean
COLLEGE OF SOCIAL AND BEHAVIORAL SCIENCES
Aaron M. Podolefsky, Dean
I.

NEW PROGRAM :
MASTER OF ARTS IN WOMEN 'S STUDIES (new master's degree program)

REPORT TO THE UNIVERSITY FACULTY SENATE
Through core courses and selected electives, students enrolled in the Master of
Arts in Women's Studies will accomplish several objectives: 1) examine
theories concerning the social and historical constructions of gender, 2) explore
how gender defines relationships among women, among men, and between
men and women; 3) recognize that women's lives have been under-represented
in traditional disciplines and investigate previously neglected materials in order
to identify women's as well as men's roles in cultural or social endeavors; 4}
study, compare, and evaluate an array of disciplinary perspectives on gender,
including, but not limited to, cross-cultural, economic, sociological, historical,
and literary perspectives; 5) identify intersections of gender with race, class,
age, sexual identity, and ethnicity, both locally and globally, both in the present
and in the past; and 6) employ new methodological and critical approaches to
materials customarily treated in other ways, revising the content and
assumptions of particular disciplines to address gender more effectively.

--from the

GRADUATE COUNCIL

The M.A. in Women's Studies is a thesis-only program of study. Its curriculum
is designed to meet the needs of students who strive for analytic clarity and
rigor in gender-focused research . Students may employ the skills in reflective
and critical analysis as well as the broad base of knowledge that they obtain in
the program to 1) prepare for a Ph.D. program with a disciplinary or
interdisciplinary focus on gender or, 2) enhance leadership skills for a career in
the public or private sector or, 3) satisfy strong intellectual interests and
curiosity while pursuing advanced education in the liberal arts.

The University Graduate Council submits the following
report to the University Faculty Senate and
recommends that additions be made In the catalog as
stated in this report.

Admission to the program is competitive. Detailed information on admissions
requirements and procedures may be obtained form the Director of the
Women's Studies Program.
Required Core . . . . . . . . . . . . . ........... 16 hrs.
APRIL 1993
1.

(-···

~'

\'

2.
3.
4.

68:2xx Graduate Seminar in Women's Studies:
Gender, Race, and Class.
98:171.
96:146.
62:2xx Feminist uterary Theories and Practice.

;
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5.

_/

Research Methodologies (1 course required from among the
following to be chosen in consultation with the advisor; where
applicable, sequencing of courses will be observed):

50:289; 50:165; 62:161; 62:201; 96:290; 99/98:178;
98:160; 98:165; 98/99:174; 98:201; 99:148.
Electives .... ....... ... . ... . .. _ . 12 hrs.

,.

\._ot ~

In consultation with their faculty advisor, students will select a focus of elective
courses. Foci may include one of the following : PERSPECTIVES ON GENDER:
methodological and theoretical issues in the study of gender (e.g., philosophical
foundations of theories of gender; methodologically self-conscious applications
of gender theory to the study of culture; interlocking categories of race, gender,
and class); WOMEN AND LEADERSHIP: topics that account for genderdifferentiated experiences in the work place and empower students for more
effective participation in the public or private sector; WOMEN, MEN, AND
SOCIETY: analyses of gender that locate its significance in cultural and social
institutions such as the family, work, government, and religion and focus on
gender, race, class, age, sexual identity, and ethnicity as interactive systems. If
the required number of 200-level courses has not been satisfied in the core,
students must take at least one 200-level elective.

-:"

If focus courses have prerequisites which instructors choose not to waive,
students may take such courses outside of the degree program. Demonstrated
proficiency in a second language is recommended .
~:·: ...~~(' ~ ..-

g;;;;;..,...,..... __
..:_"'!'..~~~J,.~-- .....~ .. .....

r~-.:;~·-·- -.

:~~~:~-;:.:.;'"~:-;::;..o.;-:.--- ·

Thesis Research . . . . . . . . . . . . . . . . . . .

. ~:..:-.----....--.........;:;.;.."':"":'--t•"'.. ~- -

6 hrs.

Total credits .................... 34 hrs.
In addition to course and thesis requirements, students must pass written and
oral comprehensive examinations.

~···

II.

NEW COURSES (by department)
Humanities - Women's Studies
68:2xx
Graduate Seminar in Women's Studies: Gender, Race, and Class
-- 3 hrs.

..
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In summary, this letter is intended to put before the Senate two matters
relating to support for grant activity by faculty. One involves what
has been reported as sluggish responsiveness on the part of support
services for faculty needs. The second involves what may be unfair
practices on the part of the UHT-Foundation regarding competition for
grants from selected private funding sources.

February 16, 1993

John Longnecker, Ph.D.
Chair, Faculty Senate
University of Northern Iowa
Dear John,
1 have been asked by several faculty to bring before the UNI Faculty
Senate matters involving the level of support that is being received by
faculty in the process of making applications for grants.
In a time of
increasing appeals to faculty to apply for funding from outside
agencies, it is important that faculty are well-supported by the
university in this endeavor.

Therefore, I request that the University Faculty Senate appoint an ad
hoc committee to study these matters. Hembers of the committee could be
appointed by College Senates. The committee could be formed this spring
and be requested to report to the University Senate late fall of 1993.

.-I

Sincerely,

adfl

Clifford Hig hnam, Ph . D.
UNI Faculty Senator
ja

The inquiry involves two concerns: 1) a reported sluggishness in the
timeliness of support provided to those seeking to make applications,
and 2) a filtering process which culls applications made to funding
agencies that are contributors or potential contributors to
Foundation-supported fund raising efforts.
Regarding the first matter, timeliness of responses, it appears that
persons who have been asked to provide support services (for
applications to both federal and private institutions) may be backlogged
with work of this nature. Timing is critical for any application and
deadlines must be respected. Faculty report that they are not confident
they will receive prompt responses from these resources and hence, they
are discouraged from using them. In short, it seems imperative that a
level of support be provided to faculty which matches the level of
urgency for securing external~unding which has been impressed upon
faculty.

,....,.._

;c·

Second, the Foundation's practice of eliminating competition from
applications by faculty members to agencies which support the
Foundation's own fund raising efforts seems excessive.
In reality,
these research applications are probably not in genuine competition with
the UNI Foundation. But it has been reported that applications from UNI
faculty to these agencies are routinely stopped before they leave
campus. In instances where applications from faculty make it to the
agency, faculty are asked by university personnel to withdraw them. The
principal concern is that we have the UNI Foundation, in effect,
positioned to exert inappropriate influence upon the research activities
and priorities of the university community. Horeover, it is apparently
motivated by what may be fallacious reasoning--in all likelihood, these
research grant applications are not viewed by the funding agencies as
competing for the same monies .

. Department of Communiative Disorders

Speech and Hearing Clinic

John Longnecker, Ph.D.
February 16, 1993
Page 2

Communication Arts Center 238
Communication Arts Center 230

Cedar Falls, Iowa 50614~356
Cedar Falls, Iowa 50614~356

(319) 273-2496
(319) 273-2542
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